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Supplementary Materials & Methods 

 

Kainic acid induced seizures 

Kainic acid was injected as described previously (Meyer zu Reckendorf et al., 2016). In short, 

wt and Srf mutant mice were injected intraperitoneally with 20 µg/g bodyweight kainic acid 

(Tocris) in NaCl, or the same volume of NaCl solution. Epileptic seizures were scored with 

the Racine scale (Racine, 1972) and sacrificed after 120 minutes: score 1 corresponds to 

immobility and facial clonus, score 2: head nodding; score 3: clonus of forelimbs; score 4: 

clonic seizures with falling and score 5: generalized tonic–clonic seizures. 

 

 

Immunohistochemistry 

Immediately after sacrificing the mice, the brains were washed with ice-cold PBS and fixed 

with 4% PFA/PBS at 4 °C for two days. Fixed brains were embedded in 4% agarose/PBS and 

50 µm vibratome sections were prepared and washed 3 x 15 minutes with PBS at RT. After 

blocking for 30 minutes with PBST + 5% normal goat serum at RT, slides were incubated 

with an anti-DCX antibody (1:1000, Abcam) overnight at 4 °C. Brain slices were then washed 

3 x 15 minutes with PBST and incubated for 30 minutes with Alexa 488 conjugated anti-

rabbit secondary antibody (1:500, Molecular Probes), washed 3 x 15 minutes, counterstained 

with DAPI (AppliChem) and mounted with Mowiol (Calbiochem). 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

 

 

 
 

Supplementary Figure 1 

SRF ablation does not interfere with entering a kainic acid induced seizure period 

(A, B) Wt and Srf mutant animals were injected with 20 µg/g bodyweight kainic acid 

(Tocris). Subsequently, seizures in mice were scored according to the modified Racine scale 

for approximately two hours. Both, wt (black line) and SRF deficient (red line) animals 

developed grade 3-5 seizures and we did not observe an obvious difference between 

genotypes (A). In addition, the latency until a first grade 3 seizure was not affected by SRF 

ablation (B). 

Data are represented as mean ± SD. Number of animals are indicated or individual animals 

are labeled with grey circles. 

 

 

 

 

 

 



Supplementary Figure 2 

SRF ablation elevates numbers of DCX positive neurons 

(A, B) Wt (A) and SRF deficient (B) sections of the dentate gyrus were labeled with anti 

doublecortin (DCX) directed antibodies. DCX positive neurons were localized to the dentate 

gyrus subgranular zone (A, B). In Srf mutant animals, numbers of DCX positive neurons were 

elevated compared to wt. 

(C) Quantification of DCX positive neurons per µm of the dentate gyrus. Data are represented 

as mean ± SD. Individual animals are labeled with grey circles or black squares. 

Scale-bar (A, B) = 100 µm 
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